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[Abstract] Objective To investigate the clinical and laboratory characteristics of acute nonlymphoblas-
tic leukemia (ANLL) with PICALM-MLLTI10 (P/M) fusion gene. Methods The bone marrow cell morphol-
ogy.,cytogenetic abnormalities, immunophenotypes, fusion genetic characteristics and treatment of 2 ANLL
patients with P/M fusion gene (P/M"™ ANLL) diagnosed in Henan provincial People’s Hospital were retro-
spectively analyzed and related lectures were reviewed. Results The 2 cases were diagnosed as minimally dif-
ferentiated acute myeloid leukemia (AML-MO0) and acute undifferentiated leukemia (AUL) respectively. The t
(10511) (p133ql4) translocation were detected in both cases and the P/M fusion gene were confirmed. Neither
of the two patients achieved complete remission (CR) by chemotherapy and case 1 survived for 2 months and
case 2 for 11 months. A review of relevant literature found that a total of 42 cases of P/M" ANLL were repor-
ted worldwide, 16 cases could be classified, of which the proportion of AUL was the highest, accounting for
31.25%. In the 13 cases with detailed clinical data,4 cases of them undertook human stem cell transplantation
(HSCT) and all achieved complete remission (CR),while only 2/9 cases got CR by chemotherapy. Of the 13
cases, AUL accounted for 3 cases and all had complex chromosomal abnomalities, 2 cases obtained CR by
HSCT,1 case did not obtain CR after chemotherapy. In the remaining 10 cases of other subtypes of AML,4
had complex chromosomal abnomalities;2 cases who undertook HSCT both achieved CR,of which 1 case was
complex chromosomal abnomalities;2 of the other 8 cases obtained CR after Chemotherapy,all of them were
patients with uncomplicated karyotype. Conclusion High percentage of P/M" ANLL cases have complex

chromosomal abnomalities and respond poorly to chemotherapy but well to HSCT. Detailed clinical researches are
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needed to confirm whether HSCT can improve the survival of such patients.
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